A 72-year-old woman was admitted to the emergency room for sudden loss of consciousness preceded by headache without tonic-clonic movements, urine loss, or tongue bite. There was no history of trauma. Her medical history was unrevealing: she had presented with bronchopneumonia in 1953, and she had been operated for a strangled hernia in 1968 and for an ovarian cyst in 1983. She had no cardiovascular risk factors and took no medications.
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On admission, blood pressure was 110/85 mmHg, pulse was equal and regular at 80 beats/min. She had no fever and there was no sign of shock. Heart sounds were normal and no vascular bruit was detected. Lungs were clear. She was unconscious and showed extension (decerebrate) posturing to painful stimuli. The rest of the neurologic examination was normal. Chest X-ray was unremarkable. Haemogram, renal function, electrolytes, cardiac enzymes, liver function tests and arterial blood gases were in the normal range. Glucose was 7.85 mmol/l (1.42 g/l). Ophthalmologic examination revealed normal papillae. Her admission electrocardiogram (ECG) showed a regular sinus rhythm, a normal atrioventricular conduction of 160 ms, a Q wave and a ST segment elevation from V2 to V6 (figure 1). In some patients, autopsy reveals haemorrhagic subendocardial lesions, myocytolysis or myofibrillar degeneration.2 Neither the presence of perfusion and contractility alterations, nor ECG changes have an influence on vital .4 prognosis. In those patients whose neurological symptomatology may be discrete, ECG abnormalities may lead to a disastrous therapeutic decision such as anticoagulant therapy or fibrinolysis. Serial ECGs and creatine kinase myocardial enzyme (CK-MB) measurement should be performed in patient presenting with subarachnoid haemorrhage.5 Screening echocardiography is proposed in patients with obvious haemodynamic instability, pulmonary oedema, acute ischaemic EGG changes (Q waves or ST segment elevation or depression), or the combination of symmetric T-wave inversion with QT prolongation.5 Borderline eleva-tions of CK-MB that are typically less than expected given the extent of left ventricular dysfunction (echocardiography) will aid differential diagnosis. 5 The frequency with which arrhythmias are encountered in these patients mandates continuous ECG monitoring during the first days following the acute event.5
Final diagnosis
Subarachnoid haemorrhage causing ECG abnormalities.
Keywords: subarachnoid haemorrhage; electrocardiography; coronary disease; arrhythmia An 18-year-old woman presented to her local Emergency department three weeks after a road accident. As an unrestrained backseat passenger she had been ejected from a car rolling over at 60 mph. Initially she was well and she was discharged from the local hospital after a period of observation. During the following weeks she had developed abdominal and back pain associated with anorexia. On examination she was found to have a tachycardia (108 beats/min) and a tender mass in the epigastrium. Following blood tests showing hyperamylasaemia (1271 IU/ml), and anaemia (9.8 g/dl), she had an abdominal computed tomography (CT) scan (figure). 
